Introduction
Migration of Ascaris lumbricoides (the roundworm) from its normal habitat in the intestinal lumen into the peritoneal cavity is a rare complication of ascariasis. A case is reported where the worm, after such migration, settled beneath the parietal peritoneum of the abdominal wall and deposited its ova in the peritoneal cavity. The reaction against the worm resulted in the formation of a granuloma which was palpable as a lump in the anterior abdominal wall, a presenting feature that has not previously been recorded in ascariasis. The patient also had a granulomatous peritonitis due to the ova.
Case report
A 4-year-old boy was admitted to the surgical casualty ward with a history of abdominal pain and vomiting of one day's duration. He had had a similar attack one week previously, but this had disappeared the same day. On (Fig. 3) . The granuloma contained lymphocytes, macrophages, giant cells, and a large number of eosinophils.
The miliary granulomata in the peritoneal cavity showed a similar reaction around ova in varying stages of degeneration (Figs 4-6).
Discussion
Granulomatous peritonitis due to roundworm ova was first described by Africa and Garcia (1936) . Since then, several other cases have been reported. In the earlier reports, no adult worms were identified, and the mechanism by which the ova reached the peritoneal cavity was disputed (Cooray, 1951 group.bmj.com on July 3, 2017 -Published by http://pmj.bmj.com/ Downloaded from rapidly, and in this case, only its most resistant structures -the ova, cuticle and muscle bandswere seen. These same features were reported by Teoh (1963) as important in identifying degenerate roundworms in the biliary tract.
The ova in the peritoneal cavity were fertilized ova. Fertilization occurs in the intestine, and the presence of fertilized ova is proof that the worm migrated to the peritoneal cavity from the intestinal lumen.
The mechanism of migration of the roundworm across the intestinal wall is uncertain. In many reported cases, an intestinal perforation has been present. Perforation of an inflamed appendix (Louw, 1966) , typhoid ulcers (Dickson and Cole, 1964) , and inflamed Meckel's diverticula (Paul and Goonewardene, 1953) have been known to release roundworms into the peritoneal cavity. In many cases, as in the present one, there has been no evidence of intestinal perforation, and it has been suggested that the roundworm has actively penetrated the intestinal wall. Girges (1934) suggested that the worm nibbles its way through the wall. However, the buccal apparatus of the roundworm is not denticulated, and nibbling does not seem likely. The penetration is probably a slow process which permits the intestine to seal itself behind the migrating worm.
The ova deposited in the peritoneal cavity lead to the formation of miliary granulomata (Figs 4-6) . The chitinous wall of the ovum is quickly digested (Fig. 5) , and after a variable interval, the ovum itself disappears (Fig. 6 ). Cooray and Panabokke (1960) demonstrated that roundworm ova disappear within three months after being introduced into the rat peritoneal cavity. This suggests that the entry of gravid roundworms into the peritoneal cavity produces a self-limiting illness for a period not exceeding three months.
The ova in the peritoneal granulomata showed segmentation up to the eight-cell stage (Fig. 5) . Segmentation of fertilized ascarid ova does not occur in the 37°C, anoxic environment of the human intestinal lumen. The findings in the present case indicate that the roundworm ovum can develop up to the eight-cell stage at body temperature. The oxygen supplied by the blood vessels in the inflammatory mass is probably sufficient to stimulate cleavage of the roundworm ovum.
anterior abdominal wall. 
